One of the many theories of gout has been that the hyperuricaemia in gout is due to a defect in uricolysis. Uricase has never been demonstrated in human tissue; thus this argument is on tenuous ground.
In the determination of the uric acid pool and turnover rate, Benedict and others (1949) consistently observed a discrepancy between turnover rate and excretion which they designated the uric acid excess. The excess could only be partly explained by sweating and loss through internal secretions such as the bile. In their experiments, the amount of N15 uric acid injected for the pool determination was low, and the extent of labelling of the nitrogenous products in the urine, other than uric acid, was not much greater than the natural abundance. Utilizing large doses of N15 uric acid in an effort to demonstrate significant enrichment of the urea and ammonia in urine, Wyngaarden and Stetten (1953) Since the pH of the duodenal secretions varied from 7 -0 to 8 * 8, and would normally be much lower in man because of the acidity of the gastric contents, significant uricolysis cannot be accounted for by this route. In the above experiment, marked uricolysis occurred rapidly if there was bacterial contamination of the preparations. Geren and others (1950) demonstrated the difference in fate of oral and intravenous urate, more than 91 per cent. being degraded after oral administration. The observations of Margules and Griffiths (1950) and Griffiths (1952) demonstrated the oxidation of uric acid at a physiological pH in the presence of a cytochrome-cytochrome oxidase system; Griffiths concluded that it is possible for urate to be oxidized in small quantities in organisms lacking uricase. Another uricolytic system at a physiological pH was reported by Tuttle and Cohen (1953) ; using leucoperoxidase coupled with a glucose-glucose oxidase system as a source of peroxide, and in the presence of C14 uric acid, these authors were able to demonstrate the degradation products of uric acid in this With uric acid added to the plasma of normal subjects, so as to bring it to hyperuricaemic levels, the rate of uricolysis was unchanged. The mean fall in urate level is obviously less in the patients with gout, but little could be told about any particular individual from the rate of uricolysis because individual variation was so great. In our limited series, there is certainly no correlation between the severity of the disease and the rate of uricolysis. In addition, all our uric acid determinations are total chromogen determinations; and it is not inconceivable that there might be liberation or equilibration with the plasma of other substances that would reduce arsenophosphotungstic acid. Uricolysis was very slight in 6 hrs, but almost complete in all in 20 hrs, in plasma incubated with:
(a) crude horse-radish peroxidase, Uricolisis en suietos normales y gotosos SUMARIO Uricolisis ocurre en la sangre completa asi como en el plasma incubado con globulos blancos. Se puede concebir que las cifras bajas de uricolisis en los gotosos contribuyen a, o sean responsables de la hiperuricemia. Aparentemente, la tasa de uricolisis no depende de la hiperuricemia, ya que hay una diferenica marcada entre las cifras de uricolisis del plasma normal hecho hiperuricemico con adicion de urato y las del plasma hiperuricemico gotoso.
